On the assumption that a positive Master 2 step exercise test is good evidence for the existence of myocardial ischemia, the coronary circulation of 40 patients with rheumatic heart disease and isolated mitral stenosis has been tested by this means. The findings in patients of classes I to III are discussed regarding factors that might be responsible and the relationship of the findings to symptomatology in patients with mitral stenosis. 
Recently Myers and Talmers9 have raised an important question regarding the change in pulse rate that follows exercise and its effect on the T wave of the P wave. These workers consider that frequently the S-T depression seen after exercise can be explained by the change in the amplitude of the P wave and its following T wave. This is believed to result in an elevation of the P-Q segment rather than a depression of the S-T segment. They point out that the contour of the S-T segment is of much more importance than the depression of the S-T segment at its origin. The change in rate following exercise in our patients with mitral stenosis had no constant relationship to significant S-T depressions. However, no attempt was made to define P-Q elevation as a cause of apparent S-T depression, since Master plied by an increase in coronary blood flow. If this demand for increase in coronary artery perfusion is not met, the result is relative coronary insufficiency.
In the patient with mitral stenosis this demand is made at a time when aortic flow is not increased. Therefore coronary perfusion can be increased only by an increase in arterial perfusion pressure (systemic arterial pressure) or by a decrease in the venous capillary resistance. If the limit of coronary dilatation is reached before or early in exercise and the systemic tissue demands for an increase in blood flow with the exercise prevent an elevation of systemic pressure, the result would be a relative decrease, in relation to need, of coronary perfusion.
Salisbury10 has been able to demonstrate that failure of the dog's right ventricle in the presence of acute pulmonary hypertension is directly related to the systemic arterial 
